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Abstract:Objective To investigate the effects of cyclooxygenase-2(COX-2) regulating E-cadherin
After SGC-7901

cell line treated by Celecoxib and PGE, in vitro, real-time quantitative PCR was used to detect the changes

expression on migration capability of gastric carcinoma cell line SGC-7901.Methods

of mRNA levels of COX-2 and E-cadherin. The combination of immunofluorescence and Confocal laser
scanning microscopy was used to analyze the protein level of E-cadherin. Transwell was used to detect the
COX-2 mRNA expression was inhibited by Celecxib, but E-cadherin

mRNA expression level was increased significantly with decreased COX-2 expression, in a dose- and time-

change of cell migration.Results

dependent manner(P<<0.01).On the contrary, E-cadherin mRNA expression level was decreased in a time-
and dose-dependent manner after PGE, treatment(P<<0.05 or P<<0.01). After SGC-7901 cell line were treated
with Celecxib (30 pmol/L) for 24,36,48 h, E-cadherin protein level was increased significantly(P<<0.05),
while E-cadherin protein expression was significantly decreased after PGE, treatment(1 pmol/L) for 24 and 48
h (P<<0.05).The cell numbers through Transwell with Celecoxib treatment was less than that of no-treatment
group(P<<0.01).While, the cell numbers through Transwell with PGE, treatment was more than that of no-
treatment group (P<<0.05).Conclusion Celecoxib, selective COX-2 inhibitor, may upregulate E-cadherin
expression and inhibit the invasive potential of human gastric carcinoma by suppressing COX-2 expression.
PGE, may downregulate E-cadherin expression and promote the migration of SGC-7901 in vitro.
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Tablel Expressions of COX-2 and E-cadherin mRNA in SGC-7901 after treatment with different concentrations of

Celecoxib for 24 h (x+s,n=4)

Celecoxib concentrations(umol/L )

£ 0 10 30 40 50
COX-2 1.00+0.00 1.00£0.12 0.78+0.14" 0.64+0.10" 0.51+0.80" 0.37+0.10"
E-cadherin 1.00+0.00 0.78+0.19 1.43+0.37 2.83+0.144 2.52+0.45* 1.45+0.40

Notes: "and *: P<<0.01, compared with 0 umol/L,When Celecoxib reached to 50 umol/L, it could inhibit cells growth dramitically, which could

decrease E-cadherin expression too

%2 30 pmol/LERE A ESGC-790148 i A [F] i8] COX-2 5 E-cadherin mRNARIEHIE L (3s,n=4)
Table2 Expressions of COX-2 and E-cadherin mRNA in SGC-7901 treated with 30 pmol/L Celecoxib for different time

(X+s,n=4)
Genes Time C(h)

0 12 24 36 48 60 72
COX-2 1.00+0.00 0.47+0.18" 0.610.10" 0.65+0.70" 0.69+0.02" 0.95+0.09 1.17£0.21
E-cadherin 1.00£0.00 0.78+0.23 2.85+0.40 5.04+1.74* 4.15+1.22* 1.18+0.72 0.51+0.19

Notes: "and *: P<<0.01, compared with 0 h
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A:control;B,C and D:fluorescence intensity of E-cadherin after treatment with Celecoxib for 24, 36 and 48 h

E1  ZEREH30 pmol/LLLIESGC-79014 it A [ Bt (8] R E-cadherin®E H RiZHI T L
Figurel E-cadherin protein expression in SGC-7901 treated with 30 pmol/L celecoxib for different time

A:control; B and C: fluorescence intensity of E-cadherin after treatment with PGE, for 24 and 48 h
E2 PGE, 1pmol/LAESGC-79014H i E Bt [E]E-cadherinZ A RIEHIZE L
Figure2 E-cadherin protein expression in SGC-7901 after treated with 1 pmol/L PGE, for different time
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